The optic nerve may be damaged in trauma to the head either with or without fracture, and sometimes after an apparently trivial injury. The intracranial portion of the nerve is rarely involved because of its relative mobility but optic atrophy from damage to the intracanalicular or intraorbital portions is well documented. The mechanism of damage in the canal is by extension of bone fracture, direct penetration of a foreign-body, or by shearing forces tearing the pial covering of the nerve. Damage in the orbit usually follows the penetration of a foreign-body.
Damage may also occur at the disc, the suggested mechanisms being by anterior luxation of the globe, retropulsion of the nerve, forced globe rotation, or a sudden explosive rise in intraocular pressure blowing the nerve off the sclera into its dural sheath like a cork from a bottle. A case of partial rupture of the lamina cribrosa after blunt injury was reported by Lang (I90I) . There have been a number of similar case reports and we have reviewed papers by Goldsmith (1903) , Hesse (1907) , Birkhiuser (I9I0), Pichler (I9I0), Gonin (1912) , , Juler (I9I6) , Loewen- stein (I943), Spizziri (I964) , Kommerell (I966) , Hart and Pilley (I970) , and Park, Frenkel, Dobbie, and Choromokos (I97i). The last two papers reported fundus fluorescein angiography findings.
The first full clinical description of complete avulsion of the optic nerve was by Salzmann (1903) who adopted the term 'Evulsio nervi optici' and who gave credit for the first case presentation to Aschmann (I884). Further case reports have been made by Gagarin (1904) , Weinstein (I908), Stoewer (I9I0), Lister and Hine (I919) , Gruber (1959) , and Kovatcs (197I). The true incidence of both partial and complete avulsion of the optic nerve is undoubtedly greater than is suggested by these cases reported over go years. Extensive vitreous haemorrhage usually delays or prevents clinical diagnosis in the early stages and the late stage may be confused with developmental anomaly (Frost, 1903; Stanton-Cook, 1953 4 APRIL 1974 The posterior pole of the left fundus was oedematous and the circulation in the branch retinal vessels was visibly reduced with fragmentation of the blood columns ('Cattle-trucking').
APRIL I974
The left fractured zygoma was raised via a Caldwell-Luc approach. 17 APRIL 1974 The disc hole was unchanged, the retina flat, and the branch retinal vessels appeared to be normal.
Fluorescein angiography
The circulation was normal in the major retinal vessels but appeared to stop at the edge of the bared area without continuity into the disc hole. The bared area presented a collection of irregular choroidal vessels, one of which joined the superior temporal artery at right-angles (Fig. 3) . Leakage of fluorescein occurred from these irregular vessels staining the bared area and the disc hole ( The disc hole was almost completely filled with white connective-tissue obscuring the previously-sharp rim. A pigment ring had appeared along the outer lip of the bared area except between 4 and 6 o'clock where the retina was locally tented in a white veil-like formation.
The retinal vessels filled normally and then curled proximally around the edge of the torn retina to disappear into the choroid around the edge of the connectivetissue mass. This mass showed fluorescein staining centrally and leaking fine irregular choroidal vessels peripherally (Fig. 7) Connective-tissue completely filled the disc hole and thick retinal folds radiated from its edge between 2 and 7 o'clock. The retinal vessels were patent, Fig. 2 (Measurements from the I0 min scotopic high intensity flash recordings).
Discussion
The clinical progress of this case closely followed the first description by Salzmann (1903 Gagarin (1904) 
